Bidirectional ventricular tachycardia (BVT) is a rare but intriguing arrhythmia. We report the cases of 4 patients with BVT. Patient 1 was a 15-year-old girl with catecholaminergic polymorphic ventricular tachycardia (CPVT). Patient 2 was a 37-year-old female with CPVT. These 2 cases showed a RBBB confi guration with right axis deviation and left axis deviation. Patient 3 was a 43-year-old male with aconitine (Torikabuto) intoxication who showed BVT with various QRS morphologies. Patient 4 was a 54-year-old female who showed a LBBB confi guration thought to have arrythmogenic right ventricular cardiomyopathy. All of them survived after cardiopulmonary arrest. The mechanism of BVT in patient 4 was considered to be macro-reentry; an electrophysiological study showed a common reentrant circuit and 2 different exits. In 2 patients with CPVT, delayed afterdepolarizations were considered to induce BVT because of pharmacological suppression by verapamil, propranolol, and adenosine triphoshphate. Some reports suggested triggered activity mediate fatal ventricular arrhythmias, including BVT induced by aconitine intoxication. However, the mechanism in patient 3 was pharmacologically unidentifi ed. Conclusion: The mechanisms of BVT are considered to be triggered activity and reentry. The morphology of BVT may be helpful for diagnosis of underlying heart disease.
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QRS Morphologies and Mechanisms of Bidirectional Ventricular Tachycardia in Four Patients
Bidirectional ventricular tachycardia (BVT) is a rare but intriguing arrhythmia. We report the cases of 4 patients with BVT. Patient 1 was a 15-year-old girl with catecholaminergic polymorphic ventricular tachycardia (CPVT). Patient 2 was a 37-year-old female with CPVT. These 2 cases showed a RBBB confi guration with right axis deviation and left axis deviation. Patient 3 was a 43-year-old male with aconitine (Torikabuto) intoxication who showed BVT with various QRS morphologies. Patient 4 was a 54-year-old female who showed a LBBB confi guration thought to have arrythmogenic right ventricular cardiomyopathy. All of them survived after cardiopulmonary arrest. The mechanism of BVT in patient 4 was considered to be macro-reentry; an electrophysiological study showed a common reentrant circuit and 2 different exits. In 2 patients with CPVT, delayed afterdepolarizations were considered to induce BVT because of pharmacological suppression by verapamil, propranolol, and adenosine triphoshphate. Some reports suggested triggered activity mediate fatal ventricular arrhythmias, including BVT induced by aconitine intoxication. However, the mechanism in patient 3 was pharmacologically unidentifi ed.
Conclusion:
The mechanisms of BVT are considered to be triggered activity and reentry. The morphology of BVT may be helpful for diagnosis of underlying heart disease. Keywords: bidirectional VT, CPVT, aconitine
